Conversion paralysis is characterized by a loss of voluntary motor functioning without an organic cause. Despite its prevalence among neurological outpatients, little is known about the neurobiological basis of this motor dysfunction. We have examined whether the motor dysfunction in conversion paralysis can be linked to inhibition of the motor system, or rather to enhanced self-monitoring during motor behavior.
Introduction
Conversion paralysis (CP) is a mental disorder characterized by loss of voluntary motor functioning. Although the symptoms may suggest a neuropathological condition, they cannot be adequately explained by known neurological or other organic disorders (American Psychiatric Association, 1994) . Moreover, there is an exacerbation of symptoms at times of psychological stress, which suggest that psychological mechanisms play a role.
Conversion disorder and related disorders are common in clinical practice: about one-third of new neurological outpatients exhibit medically unexplained symptoms (Carson et al., 2000; Stone, Carson, & Sharpe, 2005a lence and the long history of speculations as to the cause of CP (Halligan, Bass, & Marshall, 2001; Vuilleumier, 2005) , the exact nature of CP is still not well understood. Only recently, a few studies have tried to determine objective neural correlates of functional mechanisms that, in the absence of a structural brain lesion, may be able to explain CP symptomatology. The first study to investigate the functional anatomy of conversion paralysis was by Marshall, Halligan, Fink, Wade, and Frackowiak (1997) . Using positron emission tomography (PET), the authors recorded brain activity when a patient with unilateral CP tried to move either her affected or her unaffected leg. When attempting to move the unaffected (right) leg, there was a normal pattern of cerebral activity, including activation in the contralateral primary motor cortex (M1). However, when attempting to move the affected (left) leg, there was no activation in the contralateral M1, but there was a relative increase in activation of the right anterior cingulate cortex (ACC) and the ventromedial part of the prefrontal cortex (vmPFC). These results were interpreted as
